In our study, patients' group was composed of 153 unrelated CSU patients (91 females and 62 males, mean age: 36.4 years, range: 19-61) with positive autologous serum skin test (ASST) result. The control group was composed of 106 unrelated healthy volunteers (70 females and 36 males, mean age: 38.9 years, range: 18-59). All individuals were Caucasian and came from the Polish population. Disease severity was analyzed by a 7-day assessment with the Urticaria Activity Score. The age of disease onset was also analyzed. In all the examined subjects, we studied TNF1α rs1799964, rs1799724, and rs1800629 polymorphisms. In statistical analyses, we used Chi-square, odds ratio, and ANOVA tests. The study was approved by the Bioethics Committee of the Medical University of Silesia in Katowice, Poland.
Hardy-Weinberg equilibrium assay revealed no deviation in the examined groups. The allele or genotype distribution analysis resulted in no statistically significant differences between CSU patients and controls [ Table 1 ]. There were no differences in haplotype frequencies [ Table 2 ]. In addition, no relation was proved between TNF1α polymorphisms and urticaria severity or the age of disease onset.
The contribution of autoimmunity to the pathogenesis of CSU is obvious; however, the exact mechanisms involved are still open to debate. Therefore, patients with positive ASST were enrolled in our study. One of the genes considered in CSU pathogenesis is TNF-α gene. Choi et al. [4] demonstrated that TNF-α polymorphisms at -1031T/C and -863C/A as well as their haplotypes were significantly associated with aspirin-induced urticaria [5] showed in the Iranian population that G allele was significantly higher in CSU patients at locus -238G/A and -308G/A of TNF-α gene and concluded that this polymorphism can affect susceptibility to this disorder. Our data did not confirm the observation of a potent link between TNF-α polymorphisms at -1031 T/C, -857C/T, and -308G/A and CSU in the Polish population. To the best of our knowledge, this is the first study considering the role of the above-mentioned polymorphisms in the pathogenesis of CSU. Further analyses should be conducted on large population stratified by ethnicity. Genetics seem to be a promising direction in further search for CSU pathogenesis.
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